incidence of 0.25%. Most of these injuries result from direct trauma at the time of surgery and usually involve either the common femoral or circumflex femoral arteries which are closely related to the hip. Delayed injury to the external iliac artery is much rarer. Scullin et al. (1975) reported a case of false aneurysm of the external iliac artery occurring 16 months after total hip replacement in a patient who had previously received radiotherapy with resultant weakening of the acetabular floor. In this case, the arterial injury was not diagnosed until the prosthesis was removed for complicating sepsis following loosening of the acetabular cup.
Dumanian & Kelikian (1969) reported injury to the distal external iliac and common femoral arteries presenting two years after pinning of a slipped femoral capital epiphysis: a pin was found to lie in the floor of the false aneurysm.
Our patient was in danger of vascular complication because of inadequate bony support to the acetabular cup allowing subsequent loosening and central migration. This might have been prevented by using a flanged cup or the Mueller acetabular roof reinforcement ring, the former being commonly required in cases of juvenile rheumatoid arthritis (Arden & Ansell 1978) .
The process was facilitated by the patient sutTering for over 12 years from nodular, erosive seropositive rheumatoid arthritis treated by steroids and resulting in generalized osteoporosis.
The condition was further complicated by her limited mobility, and development of an infected sacral pressure sore. Her limited demand on the hip may have delayed symptoms of inadequate fixation of the acetabular cup at initial surgery. Vascular injury was suggested by the fresh bleeding from her wound sinus and later by the pulsatile mass in the left iliac fossa. It is uncertain whether the vascular injury was due to repeated mechanical trauma from the cement protrusions around the cup or to pyogenic staphylococcal sepsis. We failed to culture organisms from within the aneurysm, presumably because of preoperative flucloxacillin antibiotic cover.
Injury to the external iliac artery is rare following hip surgery, but may occur when bone cement is present within the pelvis. This may occur if the acetabular floor has been broached by instrumentation at the time of surgery, or eroded by mechanical loosening facilitated by osteoporosis, steroids and sepsis, as in this case. This danger should be recognized, particularly if revision surgery is contemplated, and we feel that preoperative arteriography may be justified in such cases.
Clustering of hepatitis B virus infection and hepatocellular carcinoma in a family
Family clustering of primary hepatocellular carcinoma (HCC) is well recognized, although rare (Hagstrom & Baker 1968 , Kaplan & Cole 1965 . One possible reason for such clustering has become apparent since the advent of tests to detect circulating markers of hepatitis B virus infection, and this has been the common aetiological factor in three families studied (Denison et al. 1971 , Ohbayashi et al. 1972 , Johnson et al. 1978 . We report the results of screening a Chinese family following the death of one member who had been found to have HCC associated with hepatitis B surface antigenaemia. Four of 7 siblings were traced: one had died of HCC five years earlier, and evidence of past or present hepatitis B infection was found in the remaining 3, one of whom was also found to have HCC.
Case report
A 55-year-old Chinese shopkeeper (FT) was admitted to hospital with a two-month history of abdominal discomfort, distension, and loss of 141b (6.3 kg) in weight. There was no relevant past medical history, but his father had died in China and a brother in South Africa, both of liver disease. The patient was born in South Africa of Chinese parents and had been in the United Kingdom for ten years. General physical examination revealed palmar erythema, spider naevi and testicular atrophy. On abdominal palpation there was hepatosplenomegaly, the left lobe of the liver being particularly firm in consistency. A clinical diagnosis of HCC in a cirrhotic liver was supported by liver ultrasound, radioisotope scan, and a serum alpha-fetoprotein concentration of 12000 MRCUIml (radioimmunoassay; normal < 5). Arteriography showed a 7 em tumour in the left lobe of the liver with the appearance of cirrhosis in the remaining liver, and laparoscopy with biopsy confirmed the diagnosis. Chemotherapy with adriamycin was started, but the patient died within five weeks of admission. Serological examination showed the presence of HBsAg (passive haemagglutination), anti-HBc (radioimmunoassay) and anti-HBe (radioimmunoassay).
Family studies ( Figure I ) No further information could be obtained about the father's liver disease, and the mother and 3 of7 siblings were untraceable in China or South America but were thought by the family to be alive and well. Clinical details and histological sections of the brother (WT) who died in South Africa in 1973 were obtained. He had presented with acute upper abdominal pain, and at laparotomy there were multiple tumour deposits throughout the liver, one of which was bleeding. A histological diagnosis of probable adenocarcinoma was made, and he died without autopsy two weeks later. However, serum alpha-fetoprotein was positive and review of the histological sections confirmed that this was HCC. His hepatitis B status was unknown.
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Two other siblings were traced in South Africa, and blood specimens showed that one was anti-HBs and one anti-HBc. The fourth traceable sibling (PT), aged 51 and living in the United Kingdom, was found to be carrying HBsAg (passive haemagglutination) and HBeAg. He was symptom-free and of steady weight; physical examination was normal without stigmata of chronic liver disease, and biochemical liver function tests and alpha-fetoprotein (radioimmunoassay) were normal. However, because of a questionable defect on his hepatic isotope scan, hepatic arteriogram was performed which showed tumour circulation in the upper part of the left lobe, possibly involving the right lobe. Direct percutaneous liver biopsy showed cirrhosis and HCC. He was referred to the Liver Unit, King's College Hospital, to be considered for transplantation, but is currently receiving chemotherapy following hepatic artery embolization of the tumour (Wheeler et al. 1979) .
Discussion
Family clustering of hepatitis B infection and primary hepatocellular carcinoma supports other epidemiological evidence for the association of these two conditions (Kew et al. 1976 , Trichopoulos et al. 1978 , Peters et al. 1977 ), but does not prove a directly causal relationship. Such family clustering also poses certain questions. There are an estimated 176 million carriers of hepatitis B virus in the world and the risk factor in endemic areas for development of primary hepatocellular carcinoma has been calculated to be 23, that is 23 times greater than those without hepatitis B carriage (Szmuness 1978) . HCC in 3 of 4 male siblings, even in the presence of hepatitis B infection, seems statistically unlikely to occur by chance, and suggests another risk factor to be operating. This could be environmental such as aflotoxin, thought to be important in certain parts of Africa (Bagshawe et al. 1975) , or a genetic disposition. Susceptibility to hepatitis B is no longer thought to follow a simple autosomal recessive inheritance (Stevens & Beasley 1976 , Vyas 1974 ), but there is probably a polygenetic influence both on the carrier state and the development of cirrhosis and HCC (Szmuness et al. 1975) .
The male distribution of tumours in this family is in keeping with the striking sex distribution which has been reported (Steiner 1960 , Szmuness et al. 1978 . While there is no definite male preponderance of acute hepatitis when both sexes are equally at risk of exposure to hepatitis B virus, there is evidence that males are exposed earlier than females and that they may be more likely to become chronic carriers (Szmuness et al. 1973 ). Vertical transmission from mother to infant, at or around the time of birth, is now considered very important in spreading infection within families (Stevens et al. 1975 , Derso et al.1978 . However, in the present study there is at least circumstantial evidence that the father was the source; he died in China from liver disease at the age of 63 whereas the mother is alive and apparently well (untested) at the age of 83. Tong et al. (1979) also noted this pattern of paternal-infant transmission in Chinese-Korean families living in Los Angeles, but the mechanism is unexplained. There may be racial differences, for in a study in West Africans there was a much higher incidence of HBsAgpositive mothers (71%) than fathers (0%) in patients with HCC (Larouze et al. 1976 ).
In the present study eAg was detected in one and anti-HBc in the other brother with HBsAg and HCC. In one early study, none of 5 patients with HCC had eAg whereas all had anti-HBe (Eleftheriou et al. 1975 ), but in recent larger studies the prevalence of both eAg and anti-HBe have been lower than would be expected in carriers of HBsAg (Szmuness 1978 , Maupas et al. 1977 . The reasons for this are not known, but may be related to the low titres of circulating surface antigen in many of these patients which may make eAg difficult to detect (Beasley et al. 1977) .
It is hoped that hepatitis B vaccines currently undergoing trials will provide a means of preventing these family tragedies in the future. At present it seems reasonable to screen the families of affected patients, particularly those from South East Asia, in the hope that earlier diagnosis of HCC may improve prognosis, but this is as yet unproven.
